WHAT IS CLAIMED IS: 

\. Anti-CEA/NCA antibodies, which comprise antibod- 

ie^ raised against subdomains of CEA/NCA involved in 
dif fi^rentiation-blocking activity associated with tumo- 
rigenicity, wherein said subdomains are selected from 
the gtoup consisting of sequences GsoYSWYK (SEQ ID 
N0:1), V2RQII (SEQ ID NO : 2 ) , QqoND and other sequences 
in the NNterminal 107 amino acid domain, and sequences 
in the internal A3B3. 178 amino acid domain of CEA. 

2. The antibodies of claim 1, wherein said antibod- 
ies release CeX/NCA- imposed differentiation block in 
CEA/NCA-producing\tumors and their metastases in a can- 
cer patient. \ 

3. Peptides and peptide -derived mimetics, which 
comprises peptide and peptide -derived mimetics inter- 
acting with subdomains of (SEA/NCA involved in the dif- 
ferentiation-blocking activity associated with malig- 

. nant tumors, wherein said subd^ains are selected from 
the group consisting of sequences G30YSWYK (SEQ ID 
N0:1), N42RQII (SEQ ID N0:2), Q8oND\and other sequences 
in the N- terminal 107 amino acid domain, and sequences 
in the internal A3B3 178 amino acid donkin of CEA. 

4. An inhibiting CEA/NCA sequence, whr<^ comprises 
antisense cDNA, oligonucleotide or ribozymeXsequences 
which hybridize to at least one domain of\CEA/NCA 
selected from the group consisting of mRNA sequenc^ of 
CEA and NCA which reduces expression of CEA/NCA >in 
tumors and metastases when administered to a canceis^ 
patient . 
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^. The inhibiting CEA/NCA sequence of claim 1, 

wfterein said sequence is an antisense cDNA, an 
ant\sense oligonucleotide or an antisense ribozyme, 

6. \a shankless anchor, which comprises a GPI anchor 
of CEA \ithout the external domains, wherein said GPI 
anchor interferes with downstream targets of endogenous 
CEA/NCA mosLecules to inhibit differentiation-blocking 
activity ofXendogenous CEA/NCA molecules when adminis- 
tered to a caiacer patient. 

7. A methock to restore endogenous integrin func- 
tion, which comprises the steps of: 

a) administration of monoclonal antibodies that 
reverse EA/NCA- induced changes in integrin func- 
tion; and >v ^ 

b) administration oX P^Ptides/mimetics that mimics 
the effect of the tWds; 

thereby inhibit ing\ differentiation-blocking 
activity of the endogenous CEA)(NCA molecules. 

8. The method of claim 7, ^erein said integrin 
function includes integrins agp^ andNa^pg. 

9. A drug screen assay utilizing CBA/NCA- expressing 
transfectants of rat L6 myoblasts to determine pharma- 
ceutical agents which are capable of inhibiting signal- 
ing process required for dif f erentiatVon-blocking 
activity of the endogenous CEA/NCA molecu\es, which 
comprises the steps of: \ 

a) screening for agents capable of releasiiw myo- 
genic differentiation block in rat L6 \cells 
expressing CEA/NCA; and \ 

b) screening for agents capable of restoring normal 
cellular and tissue architecture to human CacoNr2 
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colonocytes aberrantly expressing high levels of 
CEA/NCA . 

The use of the ant i -CEA/NCA antibodies of claims 
1 an5y2, the peptides and peptide-derived mimetics of 
claim the inhibiting CEA/NCA sequence of claims 4 

and 5 or tiie shankless anchor of claim 6, to enhance 
efficacy of other ant i -cancer treatment by increasing 
differentiation Nstatus of a tumor and by enhancing 
bystander ef f ect ;^Si(hereby more differentiated tumor 
cells cause more ad j abe^itb^" a^^ tumor cells to 

behave more as non-malignan^'^^Qr normal cells. 

11. The use of the ant i- CEA/NCA aht;ibodies of claims 

1 and 2, the peptides and peptide-der^&^ mimetics of 
claim 3, the inhibiting CEA/NCA sequenceN^ claims 4 
and 5 or the shankless anchor of claim 6, Oo restore 
anoikis/apoptosis to levels of non-malignant oivnormal 
cells, thereby increasing efficacy of all other \;^o- 
toxic chemotherapeutic drugs which depend on apoptosl^ 
for killing cells. 
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